Primary systemic amyloidosis is a rare disease of unknown [etiology. It differs from the more common secondary amyloidosis in that the latter affects primarily the parenchymatous organs (liver, spleen and kidney), and adrenal glands in persons who have suffered from a long wasting illness. Lubarsch in 1929 was the first to identify and suggest criteria for the diagnosis of primary systemic amyloidosis, as a condition characterized by a deposit of a hyaline eosinophilic substance resembling amyloid in cardiovascular system and tissues of mesodermal origin. It differs from the more common secondary amyloidosis in several respects : (i) the absence of specific aitiologic factors, as tuberculosis or chronic suppuration, (ii) minimal involvement of organs commonly affected by secondary amyloidosis, (in) maximum deposit of amyloid in such sites as heart, blood vessels, skin and skeletal muscles, which are not usually involved in secondary amyloidosis, (iv) failure of amyloid deposits to show the usual staining reaction with specific amyloid stains, and (v) the occasional occurrence of amyloid tumours. In the gross and in sections stained by routine histologic stains, the amyloid in the two types looks identical. However, the amyloid of primary amyloidosis responds to special stains, i.e. dilute LugoPs iodine and sulphuric acid, congo red and crystal violet in an irregular and uncertain manner (Eisen, 1946; Golden, 1945;  Kerwin, 1936) . Further, the affinity of the material for different stains varies in different cases. Even in tissues of the same case, areas otherwise morphologically identical, the colour with special stains was not always uniform (Iverson and Morrison, 1948) . Eklund (1934) has tried to explain this variation by the existence of a pre-amyloid stage of the formation of the final product. It may also be possible that there are several types of proteins identified as amyloid, and their variability of chemical composition may account for negative reaction of the atypical amyloid to special stains (Hass et al, 1943; Randerath, 1947; Yon Bonsdorff et al., 1938) .
To (Bauer and Kuzma, 1949; Dahlin, 1949; De AVolf and Clarke, 1950; Findley and Adams, 1948; Hartney et al., 1949; Lindsay, 1948; Mangalik, 1950 ; Orloff and Felder, 1946 Lindsay, 1948; Reimam et al., 1935 This condition is rarely diagnosed during life. Our case was diagnosed and died of congestive heart failure. In the 50 cases previous to June 1949 (Hartney et al, 1949) , an extensive involvement of the cardiovascular system has been common.
In 24 cases there was clinical evidence of congestive heart failure prior to death. In 21 of the 48 fatal cases, heart failure was indicated as the cause of death. Some degree of amyloid infiltration of heart was found in 43 out of 48 cases studied at autopsy. In our case the blood vessels in the region of papillary muscle, mitral valve and posterior wall of the left auricle, tricuspid cusp and the interventricular septum were involved by the amyloid process. The valve rings were generally dilated. In addition the hematoxylin stained section of the papillary muscle showed at places a diffuse hyaline acidophilic substance surrounding the individual muscle fibres which failed to take the characteristic stain with crystal violet. The irregular and inconsistent metachromatic staining with crystal violet is in keeping with the observations of others (Kerwin, 1936; Eisen, 1946; Golden, 1945: Iverson and Morrison, 1948 ).
Lindsay and Knorp (1945) in their discussion of the heart involvement in primary systemic amyloidosis consider that the following mechanism leads to heart failure :
1. Involvement of the pulmonary vessels and alveolar walls leading to dilatation of the heart. 2. Amyloidosis of the cardiac vessels leading to coronary insufficiency and infarction.
3.
Interstitial amyloid infiltration of the myocardium with or without secondary degeneration of the muscle fibres. (Yeoman and Wilson, 1947) . In this case also there is a previous history of haematemesis which the patient ascribed to some medicine given by the village quack. Cases reported by Lubarsch (1929) , Golden (1945) and Rigdon (1948) The liver showed chronic venous congestion, patchy necrosis and amyloidosis. Amyloid deposits constituted a part of the general disease process, while the remaining lesions were the results of heart failure. Patchy necrosis and post-necrotic scarring had been noted in the livers of congestive heart failure by Wahi and Mathur (1947) . Himsworth (1947) observes that the fibrosis resulting from amyloid disease of the liver is of diffuse hepatic type and not the postnecrotic scarring as seen in this case. Katzin, Waller and Blumgart (1939) found that in 286 cases in which death was due to heart, failure, the incidence of fibrosis was 3 times as great as in 1,714 control necropsies. The incidence and the severity of fibrosis increased with the duration of the right heart failure. Garvin (1943) 
